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1. FhCAERRS FTIR

AB40 D F4, V12, F19, F20, V24, V36 DI /ViR=/Lik#% 1 *C Chfak L7-flix O~X7F R% Fmoc [EEARE
\ZCTAR LTz, AB40 (50 M) % PBS H#1& 5\ ix GM1/cholesterol/sphingomyelin (£/VkE 17171, [GM1] =
50 uM) URY—=bEArFa— L, KPHE IRPiEE 2 Cai LT, FREER~TF FE i S
[FERICTHEL L, Ge 7L — b ET FTIR &K A7 MVEHIE LT,
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~A J BT TR EOI R E AFM CRIZE L, ORI 23R L7, #¥E% uranyl acetate THRAT 1 7 Yufn,
L. TEM TEIE L T, #EDIRZ REES o7,
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EHHERL L72 GIC-A B 40 35 LT A30C-A 40 55 &iRA L. 5 mM dithiothreitol /7E F CRiEZ ML L7, 1Eil
Vet 2 & - C dithiothreitol & [RZ5 L7-%%. 50°CT 24 Bifjze&izib L. SS A2k S/, Mtz 1%
trifluoroacetic acid % &7 ¢ dimethyl sulfoxide 7k (95,75) (Z¥&fi# L. #ifH HPLC - MALDI-TOF-MS T4#r L7-,
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AB42 T2 X FUMAERE L TRGRAEILRIC I IS, B0 L, KR,

SH-SY5Y #ifiald 96 well 7F AR b AT 4 v = \ZHEFE (9,000 cells/well) L. 37°C. 5% CO2(Z7T 24 FFfif1 >
Fa— h U CHIIRZ S SE T,/ v 7 20 AT CaspS E721% Casp9 (ZHHEH)7; short hairpin RNA (shRNA)
TR VTR L7z (shCasp8 #ifi, shCasp9 #ifa) ,

Caspase DOIEMALIZ, TEMT caspase-d @ IYE (Cell-Event Caspase-3/7 Green Detection Reagent) 3L
VAL 7y MNITRIH LTz, NF kB OMIEANFTEL. RelA-GFP % transient |[ZFELEH, HELL——
BEEE Ol LT,
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3ITRT L DT, caspase-3 #ENFEFHRITIV VT, caspase-8 X° caspase-9 DFHEAIIEZRSAETH S 5uM
A B 42 $e5- 24 2 D caspase-3 TEMEA LA L7 2 LD, ZHDOH AR—EBOBEEARB Sz, V=AZ
Ty MZkoTh, 24 FHFE%., 48 FFMH%IZIUV T, caspase 8. caspase 9. caspase-3 DUIEIN R &1,
TR b= AREOTEHA LA MER Uiz, KIZ, shCasp8 3L N shCasp9 I AB42 # %5 LU= A% T uy b
1To72L 2 A, WTFIUTBWTH, AR 24 FFEIF£IC caspase-3 DIEMIEN R LR o722 & 785, caspase-8,
caspase9 OHFEDNE E A BRHEC L 27 R b= RIZBE532 Z L 03D O HiLiz, shCasp8 il Cix, AB
B2 X 5 caspase 9 DIEME LN KIEIZIB LT =—5C, shCasp9 FfEIZHBW Tk, A B #5424 5 caspase-8 D
TEHEALIRIT E A B R Z T2l -o722 2D, caspase 9 1L caspase8 O Rt CIEMAL LTV 5 Z LA S MIT
Tpolz,
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3. AB42 (BuM) #5- 24 K% D caspase-3 IEHAIZ KT S FHEBHEH| DR
a) nc: FAT747ar br—, STS: AZynARY > QuM, RYT 47 Ay hr—1L),
VAD : pan-caspase BH5E#], IETD : caspase-8 BHEF, LEHD : caspase-9 FHEA] (4% 100 1 M)
b) Anti-hTLR4, 6 : it k TLR4, 6 Hif& (5 g/mL)
¢) MMC : NLRP3 [HF#I MMC950 (10 2 M)
*% p<0.001 (two-tailed Student’s #test, n=100)
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